In a recent publication [1] , Stout described a direct inhibitory effect of glucose on the replication of cultured human endothelial cells from umbilical cord veins. From clinical reports it is known that arteriosclerotic lesions in diabetic patients develop more rapidly than in normal subjects [2] . Moreover, reduced synthesis of prostacyclin (PGI2) by the vessel wall has been reported in experimental [3] and human diabetes [4, 5] . According to the 'response to injury' hypothesis of arteriosclerosis, damage to the vascular endothelium is an important prerequisite for the development of arteriosclerosis [6] . If high glucose concentrations in cell culture inhibit endothelial cell replication and function, the accelerated development of arteriosclerosis in diabetes could be explained by hyperglycaemia.
We have therefore investigated both cell replication (number of cells and [3H] thymidine incorporation to DNA) and PGI2 production (measured as 6-keto-prostaglandin FI~) in primary cultures of human endothelial cells exposed to low (5.6 mmol/1) and high (22.4 mmol/l) glucose concentrations.
Human endothelial cells from five individual cords were isolated according to the method of Jaffe et al. [7] . They were plated in microtitre plates (Microtest 11, 3040F, Falcon, Basle, Switzerland) and grown 
